Background: Most severe asthmatics exhibit steroid refractory disease that limits effectiveness of therapy and typically associated with chronic neutrophilia, and release of a unique repertoire of "steroid refractory" mediators. Thus, a better understanding of severe disease, including triggers of these steroid refractory mediators is critical to address unmet clinical needs. Our aim was to identify whether S100A9 knock-out mice (the subunit that stabilizes the functional S100 protein heterodimer) elicits attenuated hallmarks of asthma including, airway inflammation (neutrophilia and eosinophilia), airway hyperresponsiveness and airway remodelling in a murine model of allergic asthma.
